The clinical effects and treatment of imipramine and amitriptyline poisoning have been reviewed by Giles (1963) and Steel, O'Duffy, and Brown (1967) . The majority of cases are mild and recover spontaneously. The severe case is characterized by coma, convulsions, and cardiac arrhythmias. There is the added risk of respiratory depression and hypotension. Poisoning is severe if the dose of the drug ingested exceeds 20 mg/kg (Steel et al., 1967) . Cairncross and Gershon (1962) have shown that the tachycardia that follows administration of these drugs in low dosage is due to vagal block. Larger doses have a direct action on the myocardium to cause AV block, extrasystoles, ventricular tachycardia, widening of the QRS complex, ST depression, and abnormal T waves. They also noted that an increase in the load on the heart potentiated this toxic effect. ECG changes have been described by Barnes, Kong, and Wu (1968) Two hours after admission tracheal intubation was carried out and the child was placed in an oxygenenriched atmosphere. Gastric lavage and bladder catheterization were done. Further episodes of convulsions and ventricular tachycardia occurred and were controlled by lignocaine (70 mg over 5 hours) and by paraldehyde.
The clinical effects and treatment of imipramine and amitriptyline poisoning have been reviewed by Giles (1963) and Steel, O'Duffy, and Brown (1967) . The majority of cases are mild and recover spontaneously. The severe case is characterized by coma, convulsions, and cardiac arrhythmias. There is the added risk of respiratory depression and hypotension. Poisoning is severe if the dose of the drug ingested exceeds 20 mg/kg (Steel et al., 1967) . Cairncross and Gershon (1962) have shown that the tachycardia that follows administration of these drugs in low dosage is due to vagal block. Larger doses have a direct action on the myocardium to cause AV block, extrasystoles, ventricular tachycardia, widening of the QRS complex, ST depression, and abnormal T waves. They also noted that an increase in the load on the heart potentiated this toxic effect. ECG changes have been described by Barnes, Kong, and Wu (1968) and Freeman et al. (1969) . Two hours after admission tracheal intubation was carried out and the child was placed in an oxygenenriched atmosphere. Gastric lavage and bladder catheterization were done. Further episodes of convulsions and ventricular tachycardia occurred and were controlled by lignocaine (70 mg over 5 hours) and by paraldehyde.
Fourteen hours after admission he became limp and comatose. Cardiac impulse was not recordable. Defibrillation after failure of external massage restored the heart action. Tracheal suction caused further ventricular tachycardia when cardiac impulse again failed and he became apnoeic. External massage restarted the heart. He was reintubated and connected to a ventilator. 19 hours after admission he tended to 'fight' the ventilator and was making spontaneous movements. Repeated electrolyte and blood gas estimations were normal. 22 hours after admission he was taken off the ventilator and intravenous drip was discontinued 7 hours later. Convulsions were controlled by promazine and diazepam.
On the second day he became more conscious and could swallow. Heart action remained normal. On the third day he was able to hold a cup and drinkthere were occasional jerky movements when disturbed but no true convulsions. No further sedation was needed. ECG showed 1st degree AV block, but was otherwise normal.
The following day he was irritable but conscious and alert. He continued to improve and when discharged 13 days after admission was normal. 
Discussion
Removal of drug from body. The tricyclic antidepressants and their active metabolites are firmly protein bound, and though forced diuresis (Prout, Young, and Goddard, 1965) and haemodialysis (Bland and McQuaid, 1966) have been advocated, others have shown that these methods are of no benefit and may well be dangerous. Gastric lavage is the only method of removing the drug. This must be performed with the usual precautions, but in view of the bursts of ventricular tachycardia associated with endotracheal intubation in both cases and the cardiac arrest during endotracheal intubation in the case described by Pearson, Jones, and Gabbe (1969) , it may be wise to postpone intubation and gastric lavage until any severe ventricular arrhythmia has been controlled (Sunshine and Yaffe, 1963; Steel et al., 1967) .
Choice of anticonvulsant. Barbiturates have been used frequently and are recommended in this situation (Rasmussen, 1965) . The respiratory depressant action of this group of drugs, an action that is potentiated by amitriptyline, is undesirable, particularly since repeated doses are necessary to control the persistent drug convulsions. If barbiturates are used, one must be prepared to ventilate the patient. Paraldehyde does not have the same degree of disadvantage in this respect, but repeated injections of this drug may cause local problems. Diazepam is widely regarded as a first choice anticonvulsant and is relatively free from respiratory depressant effects. Respiratory depression and hypotension have occurred in adults in status epilepticus given diazepam after large doses of barbiturates and paraldehyde (Bell, 1969) , but this danger does not seem to exist when diazepam is the sole anticonvulsant used.
Choice of antiarrhythmic agent. It is logical to counteract the anticholinergic effect with pyridostigmine as suggested by Rasmussen (1965) . It may, however, be more effective in the management of supraventricular arrhythmias. Propranolol is an effective antiarrhythmic agent, but its negative isotopic effect is a major disadvantage. Lignocaine is effective against ventricular arrhythmias. In the usual dose range it does not cause hypotension or depression of myocardial contractile force. It acts by causing an increase of the stimulation threshold of the ventricles during diastole (Harrison, Sprouse, and Morrow, 1963) . It is widely used in coronary care units (Lown et al., 1967 ). An anticonvulsant action has been shown, and this is an added advantage in this situation (Taverner and Bain, 1958) . Its main advantage is its relatively short duration of action which allows accurate titration of the dose against the cardiac action shown in the oscilloscope.
The first patient was treated empirically as no scheme was available. The experience gained by treating the two patients reported allowed the following scheme to be devised.
Scheme for the management of severe poisoning by the tricyclic antidepressants (> 20 mg/kg body weight).
( Neostigmine 1 mg may be of value in the case of supraventricular tachycardia.
Haemodialysis and forced diuresis and hypertensive agents are contraindicated.
The above doses are reasonable starting points, but may need to be increased.
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